The patient described, whose symptoms were masked initially by the lack of steroids, illustrates an unusual case of orthostatic hypotension due to secondary adrenal insufficiency, caused by thyrotoxicosis.
Introduction
Orthostatic hypotension is a relatively common symptom caused by a variety of aetiologies. The most common of these are: neuropathies due to systemic diseases such as diabetes, amyloidosis and porphyria; vaso-vagal attacks; hypovolaemia; ShyDrager syndrome (idiopathic orthostatic hypotension); adverse effects of anti-adrenergic drugs, L-dopa and dopaminergic drugs; phaeochromocytoma with prevalent secretion of epinephrine; and Addison's disease (Weissler and Warren, 1978 Endocrine studies revealed low plasma ACTH (20 ng/l) in the presence of low plasma cortisols (110 ,imol/l) in the morning, 66-2 ,mol/l in the evening) and low 24-hr urinary excretion of free cortisol (59 Vg). The 24-hr urinary excretion of the 17-KS (ketosteroids) was normal (6-1 mg) and that of the 17-OHCS (hydroxycorticosteroids) was slightly elevated (17-7 mg). The plasma cortisol responses to stimulation by corticotrophin, vasopressin and insulin hypoglycaemia were normal. Plasma aldosterone levels (18-6 ,g/l) while recumbent and 27-9 ,ig/l after 4 hr walking) as well as 24-hr urinary aldosterone excretion (22-8 ,ig) were slightly elevated in the presence of normal PRA (plasma renin activity) (1-5 ng/ml/hr, basal and 6-6 ng/ml/hr, stimulated). The serum thyroxine (236 nmol/l and T3 (5-4 (g/l) (Labhart, 1974) . Arterial hypotension in general and orthostatic hypotension in particular are not presenting signs of thyrotoxicosis (Ingbar and Woeber, 1974) but are frequent symptoms of hypoadrenocorticism (Labhart, 1974) .
The absence of thyrotoxic symptoms in this patient during the initial phase of her illness and their appearance after the initiation of steroid therapy are explained by the loss of permissive action of cortisol on catecholamine-mediated effects of thyroid hormones, thereby masking the thyrotoxic symptoms (Martino and Braverman, 1965; Landsberg, 1977) .
The same mechanism may be invoked in the explanation of the pathogenesis of orthostatic hypotension in the present patient). Her basal BP was maintained normal by the intact functioning of the renin-aldosterone system, which is a distinctive feature of secondary adreno-cortical insufficiency (Labhart, 1974) . The absence of the cortisolpermissive action for her o-adrenergic receptoracting agonists brought about attacks of orthostatic hypotension when she was subjected to higher steroid demands.
The low basal plasma cortisol levels, as well as basal urinary excretion of free cortisol in the presence of low normal daily urinary excretion of 17-ketosteroids and slightly increased daily urinary excretion of 17-ketogenic steroids are compatible with the diagnosis of thyrotoxicosis (Hellman, Bradlow and Zumoff, 1970 Hyperthyroidism accelerates the catabolism of cortisol (Beale, Croft and Powell, 1973) , but its plasma levels usually remain within normal limits (Linquette et al., 1975) , so that in most cases thyrotoxic patients remain eucorticoid. However, thyrotoxicosis does cause limitation of ACTH reserve in some cases (Ambrosi et al., 1970 
